A 62-year-old man with a prior history of smoking, lung cancer (treated with chest radiation and lobectomy 4 years before admission), and hyperlipidemia presented to our hospital with 4 episodes of substernal chest pressure radiating to his left upper arm. The pain was associated with dyspnea and lightheadedness and resolved after a characteristic period of 10 minutes. The pain was not related to time of day or stress. He performed aerobic exercise regularly without clear precipitation of chest discomfort. His family and social history were unremarkable. His baseline ECG is shown in Figure 1 .
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After serial testing for cardiac troponin was negative, the patient underwent a routine exercise treadmill test with a standard Bruce protocol. At 2 minutes 50 seconds into the treadmill test, he experienced crushing substernal chest pressure, typical of his prior episodes, in association with significant ST-segment elevation throughout his anterior precordium ( Figure 2 ). He experienced dyspnea, diaphoresis, and lightheadedness, and sublingual and intravenous nitroglycerin were administered immediately. At 1 minute into his recovery period, he had nonsustained polymorphic ventricular tachycardia ( Figure 3 ). The ST-segment elevations persisted to 7 minutes into recovery before full resolution.
He was taken urgently to our cardiac catheterization laboratory, where a minimal plaque in his proximal left anterior descending artery was demonstrated ( Figure 4) , with minimal other disease, which supports a diagnosis of Prinzmetal (variant) angina as the cause of his profound ST-segment deviation during exercise. A closer inspection of his stress ECG (Figures 2 and 3 ) revealed ST-elevation alternans (STEA), a very rare phenomenon previously Circulation is available at http://circ.ahajournals.org DOI: 10.1161/CIR.0b013e3181d8d759
described mainly in patients with coronary vasospasm at rest or exercise, 1-3 but more recently in various other ischemic conditions. 4,5 STEA is a rare entity, occurring in up to one third of patients with Prinzmetal angina. 2 STEA has been shown to be a harbinger of ventricular tachycardia or fibrillation, occurring with severe myocardial ischemia at the moment of maximal ST-segment elevation, specifically involving the left anterior descend-ing artery territory. 2,3,5 STEA is associated with a longer duration of ischemia, and in some reports, it has always preceded ventricular arrhythmia. 3 The molecular origin of STEA is unclear, and the implications of STEA on primary prevention of sudden cardiac death in patients with vasospasm have not been investigated extensively. Nitrate and calcium channel blocker therapy were initiated for the patient, and he had a repeat exercise treadmill test, which 
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